THE thermolabile character of chicken sarcoma I filtrates has been noted since 1919 (Rous, Robertson and Oliver, 1919) . Later, it was found that incubation at 37' C. for 24 Carr and Harris (1951) and modified by Bather (1953). In each series of experiments the same initial weight of tissue was used as starting material for the preparation of each of the five suspensions.
factor " (Gye and Purdy, 1930) . In the light of Oppenheimer's finding that substances like HCN although powerful anti-oxidants, had little effect on proteases (Oppenheimer, 1925) , Mueller (1928) adhered to Gye's earlier theory that inactivation was a result of oxidation of a specific component of the virus.
Pirie and Holmes (1931) argued that since incubation at 370 C. even under anaerobic conditions resulted in a loss of potency of Rous I filtrates, atmospheric oxygen need play no part in any oxidation which is assumed to accompany Rous I virus inactivation. They suggested therefore that some oxidiser-catalyst system was closely attached to the virus itself, while admitting that it had not been possible to separate it from the virus nor to identify it chemicany.
With the exception of Rous I there is no information on the effect of incubation on the avian tumour viruseg. It was thought that a comparative study on the effect of incubation at 370 C. for varying periods of time on the "infectivity " of partially purified Rous 1, MH2 (Murray and Begg, 1930) , and PRC4 (Carr and Campbell, 1958) Carr and Harris (1951) and modified by Bather (1953) . In each series of experiments the same initial weight of tissue was used as starting material for the preparation of each of the five suspensions.
Bioassay
Chickens from the highly susceptible inbred Brown Leghorn line maintained at the Poultry Research Centre were used for the bioassay of the three virus preparations before and after treatment.
These birds have been selected for susceptibility to Rous I sarcoma cells and virus, and allow infectivity titrations to be made in young chickg to a constant end-point (Carr and Harris, 1951) . The method of Parker and Rivers (1936) (7) Maintained at 00 C. for 24 hours.
In each case after treatment, the virus/ceR particulate was sedimented by high speed centrifugation-15,000 g. for 55 minutes-and the supernatant pipetted off, diluted appropriately and examined in the u.v. spectropbotometer (Unicam SP 500) at wave-lengths between 2400 A and 3000 A. Optical density was plotted against wave-length and the curves compared. The residue from each treatment, in the case of the three viruses, was resuspended in Mcllvaine's buffer pH 7-2 and tested for potency.
Aseptic technique was observed throughout; tests for the presence of contaminating bacteria using nutrient agar slopes incubated at 370 C., were negative.
The results of niany series of experiments including some or all of the 7 treatments described above, were consistent ; to avoid repetition only those for the most detailed series are reported.
RESULTS

Infectivity
During the first four hours of incubation at 370 C. there is an appreciable decrease in infectivity of each of the three fowl tumour viruses, Rous (Rubin, 1955) ) for MH2 of 12 hours and 6-3 hours for PRC4 (Fig. 3) .
Ultra-violet ab8orption
The significant section of the u.v. spectrum examined from 2400-3000 A is that represented in Fig. I and 2, (Fig. 2) . GRCH 16 preparations and suspensions of normal cell particulates incubated at 37' C. for precisely the same periods as the virus suspensions, do not release material with any detectable u.v. absorption peak in the range examined (Fig. 1) .
If the amount of proteiD-like material (as estimated by spectral absorption maxima) released by each of the three viruses is plotted over the time range 4-24 hours, the curves parallel those showing percentage decrease of infectivity with time (Fig. 3) .
KCN successfully inhibits the shedding of protein-like material from all three virus preparations inciibated at 37' C. for 24 hours (Fig. 1 Gye (Gye and Purdy, 1930) .
The decomposition of virus protein is known to be reduced by traces of biological materials (Adams, 1948) and quite possibly from the protein-like material liberated in these experiments. It is therefore very sensitive to in-23 significant changes in experimental procedure (e.g. total volume of fluid) and the rates of decomposition may then vary from those reported.
The absence of detectable nucleic acid in the supernatants after any of the treatments would suggest that the protein-like material liberated during inactivation, is not that which is bound to ribonucleic acid in the nucleoids of Rous I virus particles (Epstein, 1958) , but is derived from some part of the external coat. SUMMARY 1. Experiments are described in which the effect of incubation on the biological activity of Rous I, MH2 and PRC4 purified virus preparations, as determined by bioassay methods, is studied in relation to virus constituents liberated, as determined by u .v. spectrophotometry.
2. Infectivity of Rous I, MH2 and PRC4 virus preparations decreased to zero after incubation at 370 C. for 24 hours and after boiling for 15 minutes.
3. The decrease in infectivity of the three virus preparations incubated at 370 C. for various periods up to 24 hours was paralleled by the liberation of increasing amounts of material, which absorbs strongly in the u.y. at 2750-2800 A and is very likely protein. Since no such material was detected in GRCH 16 and normal cell particulate controls, it is concluded that the protein-like material was derived from the virus particles.
4. The loss of infectivity which ensues on incubation of Rous I, MH2 and PRC4 virus preparations is associated not merely with simple oxidation but by actual decomposition of constituent virus protein.
